C.J., aged 21, gave a history of chronic cough and cold together with nasal stuffiness and headaches since childhood; he had one episode of haemoptysis and was a mouth-breather during his youth. He had no difficulty in hearing and gave no history of allergy.
Examination revealed coarse rhonchi in his lungs, nasal polyposis, dextrocardia and hepatic dullness 
Discussion
Kartagener's syndrome may be a congenital abnormality (Schoemperlen & Carey, 1968) due to a recessive gene with a pleiotropic effect, i.e. a single genetic abnormality affecting several organ systems (Holmes, Blennerhassett & Austen, 1968) . This theory is supported by our findings where three siblings in a sibship of six were affected. Similar findings were reported by Campbell (1963) . In the Kartagener syndrome the entire respiratory system is affected, and there is usually co-existent disease of the paranasal sinuses, the middle ears and the bronchi.
Whereas environmental factors during the development of the embryo may contribute to the formation of bronchiectasis (Adams & Churchill, 1937) ONE IS often unable to elicit any past history of definite acute rheumatic fever, or one suggesting streptococcal infection, from a patient with established rheumatic valvular heart disease. This failure to elicit a positive past history may be attributed, understandably, to the inherent defects of retrospective analysis and the fallibility of human memory. It is not sufficiently appreciated in general medical circles that acute rheumatic carditis may be present not only with little or no symptoms, but moreover in the presence of full physical activity and apparent good health. Though the insidiousness of acute rheumatic carditis in children is well documented, its co-existence with no impairment of athletic activities in a young adult does not appear to have been described before.
Case report A young Maltese male of average build, aged 20 years old, was brought for a check-up by his mother as she felt he had been overstraining himself physically during the previous 2 months.
He had no specific complaints but admitted to mild general tiredness. There were no aches or pains. He had suffered from a mild afebrile sore throat a few weeks before. There was no past history of rheumatic fever. He attributed his mild tiredness to excessive physical activity. He had a keen interest in sport and for the past few months had been playing football and basketball regularly twice weekly. His physical activities had been particularly strenuous during the previous week as in addition to athletics, he had been dancing nightly till 03.00hours because of the carnival festivities. The day before, he had participated in a game of basketball and had scored 20 points; on the previous day to this he had played a full game of football as centre forward. He had also started training for cross country running.
On examination, the pulse was 80/min, with occasional missed beats. The jugular venous pulse and pressure were normal. The cardiac apex was not displaced and was of normal character. No murmurs were present at the apex or over the base of the heart. BP 120/80 mmHg. There were no other abnormalities on general examination.
In order to reassure the patient's mother and at the same time to establish the innocence of the cardiac irregularity, an electrocardiogram was carried out the next day (11 March 1967). The ECG, to one's surprise, showed partial AV block of the Wenckebach type; the shortest PR interval being 0-22 sec, increasing in the next beat to 0-26 sec and followed by ventricular asystole on the third beat, with the PR interval returning to 0-22 sec in the next beat. There were no obvious vector abnormalities nor any evidence of ventricular hypertrophy. The erythrocyte sedimentation rate was 90 mm/hr. The patient was admitted to hospital and started on a 10-day course of crystalline penicillin followed by Penadur LA 1,200,000 units i.m. once every 3 weeks. He was also started on acetylsalicylic acid 15 g orally every 4 hr, with the omission of one night dose. Investigations included: Hb 12-7 g/100 ml;
